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Background:  The annual incidence of sudden cardiac death (SCD) in patients with Mitral valve prolapse (MVP) is 0.2-0.4%.
case:  A 46 y/o male was transferred to our hospital after he collapsed at work. The initial rhythm was polymorphic VT for which he was 
successfully resuscitated. Past history is significant for MVP. On examination he was unresponsive, BP- 126/74, HR-72. Cardiac exam 
revealed a late systolic murmur at the apex. Labs: normal electrolytes, peak troponin was 2.14. Coronary angiogram showed normal 
coronaries, catheter induced right coronary spasm. Echo showed severe bi leaflet MVP with late peaking eccentric moderate mitral 
regurgitation (MR) jet, EF- 70%. He received an ICD and was discharged home on a beta blocker and pocket ECG. During follow up 
monitoring there was no transient ST elevation suggestive of coronary spasm. He continued to have polymorphic PVC’s and VT resulting 
in an ICD shock. Hence he was started on flecainide and was referred to Mayo clinic. Despite being on flecainide for a month he continued 
to have the same burden of PVC’s although the burden of VT decreased. He underwent a mitral valve repair at Mayo clinic as it was felt 
that his MR was severe due to multiple jets taking into account the combined regurgitant volume, he also complained of mild exercise 
intolerance. Since his surgery he did not have any more PVC’s or NSVT.
decision Making:  Our patient is an interesting case of bileaflet MVP with aborted SCD. His arrhythmias resolved after surgery suggesting 
MVP as the likely cause. The exact etiology and risk predictors of SCD in MVP is unknown. A retrospective study published recently 
reported high risk of SCD in bileaflet prolapse compared to single leaflet. These patients tend to be young women with complex ventricular 
ectopy and have EKG changes of biphasic or inverted inferior t waves. The possible explanations for origin of PVC’s and VT include 
traction on the papillary muscles and fascicles due to the prolapsing leaflets and the close proximity of the mitral valve annulus to the LVOT. 
Ablation is not considered safe due to a very high risk of complications.
conclusion:  Bileaflet MVP is associated with a higher risk of SCD, these patients might benefit from early surgery.
